[Studies on the pathogenesis of atherosclerosis].
Studies on the pathogenesis of atherosclerosis (As) were reviewed in our institute. Clinico-pathological study showed that coronary As lesions appeared early and took a long-time to seriously stenosis the arterial lumen, resulting in coronary heart disease. Studies on human As lesions by light and electron microscopy suggested that injury to and increased permeability of endothelial cells (EC) and proliferation of smooth muscle cells (SMC), together with an increase of proteoglycans(PG) were important in atherogenesis. Morphologic responses of the aortic wall of normally fed rats to intimal injury by an indwelling catheter (in place for 3 weeks) were studied at the time of removal of the catheter and 4, 8, and 26 weeks later. Neointimal thickening with SMC proliferation and a significant increase in chondroitin sulfate (CS)-PG granule concentrations were found. A study on cultured human EC showed that after EC reached confluence, secretion of heparin sulfate (HS)-PG increased and inhibited the proliferation of SMC. The proliferative ability of cultured human SMC was found to decrease after 8 passages. More lipid accumulation was found in SMC's of the 10th passage (T10) than in those of the 4th passage (T4). T10 SMC showed a higher 35S incorporation into dermatan sulfate (DS) CS-PG than did T4 SMC in both the medium and cell layer. The results suggest that SMC senescence may play an important role in the pathogenesis of As.